Non-ketotic hyperglycinaemia is an autosomal recessive disorder with a distinctive neonatal presentation comprising hypotonia and coma in the absence of obvious metabolic disturbance. ' 2 The primary pathology is dysmyelination of the brain and brain stem with associated microvacuolation.2 3 The most obvious macroscopic effect is secondary hypoplasia of the corpus callosum that causes the lateral ventricles to assume a 'bat's wing' appearance.2 3 Although the computed tomographic appearances of non-ketotic hyperglycinaemia have been described,4 there appears to have been no report to date of the cranial ultrasound features. The ultrasonographic features of total and partial agenesis of the corpus callosum and its associated anomalies have been described in some detail,'8 but although the possibility of secondary hypoplasia of the corpus callosum has been discussed,6 and cases have been described,9 the ultrasonographic features have not been delineated.
In the table the features of hypoplasia and agenesis of the corpus callosum are compared. It is apparent that disruption of a corpus callosum that is already partly formed has different effects on brain development from complete aplasia, and that these differences can be detected by ultrasonography.
Neonatal non-ketotic hyperglycinaemia is a devastating disorder for which no effective treatment is available.' 2 The presence of intracranial abnormalities at birth as seen in these and other patients suggests that any treatment will always have a limited success.2 3 In spite of this early recognition of the disorder is important so that appropriate management and parental counselling can be offered. Many of these babies will have cranial ultrasound scans during their intitial assessment. Recognition of the potential importance of callosal hypoplasia may give the clue to the real nature of the underlying disorder. 
